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ORTHOPAEDIC SURGERY NOTES 





The Treatment of Fat Embolism 


By Garrett Pipkin, M.D., Kansas City 


Dr. Garrett Pipkin of Kansas City appeared 
on the program of the Post-graduate School of 
Medicine, University of Texas, given in El 
Paso in conjunction with the American Frac- 
ture Association Meeting on Sept. 29, 1937. 
His paper was outstanding and it was felt that 
a summary was indicated. Dr. Pipkin has sub- 
mitted the following summary.—W. C. B. 
Recent work on this syndrome has emerged it 

from the limbo of the middle ages. It is no longer 
a subject for a debating society. It has now been 
defined, its incidence established, its mechanism 
reasonably well demonstrated, means of confirming 
its diagnosis are available, and principles of treat- 
ment are emerging. 

Pelitier defines fat embolism as probable when 
fat globules, 10 to 15 micra, can be demonstrated 
in the circulating blood. Musselman and his co- 
workers have recently demonstrated that there is 
enough fat in the femur of an animal to kill it, 
that fat embolism may be expected in about one- 
half of all persons who have been moderately or 
severely injured, and that significant symptoms will 
develop in at least one-third of patients with fat 
embolism. 


Diagnostic Importance 


The diagnostic importance of a rapid fall in 
hemoglobin, as pointed out by Sophian and Korit- 
schoner in the obscure Journal of the Missouri 
State Medical Association as it was called in 1936, 
apparently has not reached the general literature. 
It occurs early in the syndrome, preceding or con- 
current with the initial temperature spike, and 36 
to 48 hours before chest plates are of value. Where 
the hemoglobin goes, and how it is restored, in 
some instances spontaneously, is not understood. 
Studies on this phase are being continued. 
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Successful methods of treatment of fat embol- 
ism have been in the literature for over twenty 
years, only they have been overlooked or not in- 
telligently applied. Nature provides most cases with 
a safety factor of 48 to 72 hours from time of in- 
jury until critical symptoms begin. It is in this 
period that much can be done. Indicated meas- 
ures are: 

Indicated Measures 


1. Careful handling of injuries. Administrative 
transportation of major injuries on the second or 
third day from one hospital to another, even if 
the hospitals are in the same city, or even from 
the fracture ward to the x-ray room in the same 
hospital, can be hazardous. 


2. Herman demonstrated protection against ex- 
perimental fat embolism by using an alcohol-dex- 
trose solution intravenously in 1933. Maximum 
protection was afforded by three injections 12 
hours apart. The first injection was started as soon 
after the chemical insult as practical. In view of 
the now well established high incidence of fat em- 
bolism, alcohol should be started with all moderate 
and severe injuries. It certainly should be admin- 
istered during all nailing operations, and is of 
benefit even as late as the fourth or fifth day when 
a chest plate shows an established snow storm. 
The alcohol-dextrose solution advised is now sup- 
plied in packaged bottles containing 1000 cc of 
5 percent alcohol in 5 percent glucose. This much 
alcohol is equivalent to an ounce of ninety proof 
whiskey. When grandma breaks her hip, she should 
probably have a hot toddy while waiting for the 
ambulance. 

Race Against Time 


3. Once the syndrome is established, the sur- 
geon is faced with a race against time as the syn- 
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drome is usually fatal before, or else reverses itself 
about the sixth day post injury. Transfusions and 
oxygen have apparently been the balance of power 
in several cases. 

4. Frequent hemoglobin determinations are of 
value in determining the need for treatment and 
are of prognostic value as to life. 

5. With the wide application of intramedullary 
nailing, fatal fat embolism is being increasingly 
reported. Nailing of closed fractures should prob- 





Fig. 1—DIAGRAMMATIC FAT EMBOL- 


ISM. 
1. Normal elementary fat circulating in blood 
stream. 


No 


. Enlarged fat globule from fracture site in 
circulation. 

3. Enlarged fat globule elongates to pass sad- 
dle of capillary bed at first. 

4. Several enlarged fat globules result in road 
block (mechanical fat embolism). 

5. Vessel permeability destroyed, capillary 

leakage results in  petchial hemorrhage 

(chemical fat embolism). 





ably be postponed until a rising hemoglobin has 
been established. 

6. Pelitier has again established the value of 
performing a bone operation under a tourniquet. 
Successful Treatment 

The author utilized his own fatal cases of fat 
embolism in an analysis of problems in manage- 
ment. He also presented a short series of severe 
cases in which fatalities might well have been ex- 
pected, which recovered on the above described 
treatment. No case of fat embolism has been post- 
ed on his service since he instituted these methods 
of treatment in 1954. 





Fig. 2—ABSTRACT OF THE CLINICAL 
RECORDS OF CASE OF FAT 
EMBOLISM WHICH SURVIVED. 


Note the falling hemoglobin determinations 
labeled “HB.” Intravenous alcohol-dextrose 
solution, and oxygen therapy used in treat- 
ment of this case successfully. 





Social Security Footnote 


The government, while slow to acknowledge 
anything wrong with the Social Security System, 
underestimated the demand for benefits. Women 
who could obtain benefits at 62, 63, and 64 de- 
cided to do so even if the payments were less 
than they would be at 65, Farmers suddenly 
turned out to be older than expected, Some began 
to pay social security taxes on reported income 
of $4200 which exceeded their income in prior 
years. Then they applied for benefits after paying 
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taxes for six quarters. Many people who had re- 
tired and were well beyond 65 years of age, dug 
up jobs for themselves and paid social security 
taxes for 18 months, thereby qualifying for bene- 
fits of from $30 to 108.50 monthly for life. Social 
security experts in making their cost projections 
underestimated the ingeniousness of the American 
people when Federal give-aways are as widely 
advertised as are social security benefits. 


SOUTHWESTERN MEDICINE 





re- 
ug 


1e- 
ial 
ns 
an 








CURRENT THERAPY 





Acute Myocardial Infarction 


(continued ) 


Anti-Atherogenic Factors— Diet 


By Jack A. Bernarp, M.D., El Paso 


It is so easy and reassuring to relate coronary 
sclerosis to a faulty diet with its resulting abnor- 
mal blood lipids. Patients are eager for a diet as a 
panacea for their ills. 

Physicians are just as eager to prescribe this 
panacea and perhaps some of the controversial 
anti-atherogenic substances so widely heralded on 
the present market. If we only knew what to eat! 

Diet and Serum Lipids 

There is presumptive evidence that coronary 
sclerosis is related in some way to the serum lipids 
and also that the serum lipids are related to diet. 

Therefore one could immediately begin a discus- 
sion of the various dietary methods of lowering 
serum cholesterol, thereby preventing the forma- 
tion of coronary plaques, 

However, this is a concept—a theory—yet un- 
proved, as there is no proof that reducing blood 
cholesterol will help prevent the development of 
coronary sclerosis, But patients with coronary 
artery diseases generally do have elevated serum 
lipid levels. 

Atherogenic Factors 

If diet is an atherogenic factor, its role must be 
a minor one, as there are many other very im- 
portant and proved factors that we know definitely 
are associated with coronary sclerosis and occlusion. 

For example, there is heredity and sex, over 
which we have no control; but more important to 
us as clinicians, there is hypertension, diabetes and 
obesity, for which we do have measures of control. 

Hypercholesterolemic Diseases 

Diseases accompanied by hypercholesteremia do 
have a higher’ incidence of atherosclerosis but 
atherosclerosis is not always associated with hyper- 
cholesteremia. 

Diabetes, nephrosis, hypothyrodism, biliary ob- 
struction, essential hypercholesteremia, and adre- 
nal gland disturbances are all associated with hy- 
percholesteremia, but atherosclerosis is not com- 
mon in nephrotics, in myxedema, nor in long 
standing biliary obstruction with prolonged hy- 
perlipemia. 
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Diabetes, of course, does predispose to atheros- 
clerosis, patricularly where there is acidosis. This 
brings up the obvious: one very important way by 
which coronary sclerosis can be controlled is better 
supervision and control of the diabetic patient! 

Hypertension 

Control of hypertension is another extremely im- 
portant method of reducing coronary sclerosis. 

Interestingly, as recently as 10 years ago, it was 
believed to be a common antecedent of coronary 
occlusion in both men and women, and it was only 
five years ago that Master published an article in 
which he concluded this concept as being invalid. 
The control of hypertension is important in that 
it reduces the mortality from a coronary occlusion 
and even complications. 

Patients with hypertension who develop a coro- 
nary occlusion have a much higher mortality, as 
much as two and one-half times that of coronary 
patients who do not have hypertension. 

The incidence of complications is three times 
greater in such patients. 

Hypertension in Women 

In women, the importance of the control of 
hypertension manifests itself in a striking manner: 
women who develop a coronary occlusion before 
the menopause more likely will have hypertension, 
diabetes, or some other atherogenic factor, 

Master found that 71 percent of the women 
who had coronary occlusions had had hyperten- 
sion preceeding the attack, whereas no more than 
27.2 percent of the men sustained hypertension. 
Thus more than 70 percent of the men had a nor- 
mal blood pressure before the onset of a coronary 
occlusion. 

It is seen that hypertension, therefore, is a very 
significant etiologic factor in the production of 
coronary disease and occlusion in women, 

Agents Which Control Blood Lipids 

Since blood lipids seem to be associated with 
coronary sclerosis, it behooves us to discuss those 
agents which control blood lipids and perhaps 
thereby control atherogenesis. 
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These include heparin, the sex hormones, thy- 
roid, the “diabetic factor”, and nicotinic acid. 
Heparin 

Clinically, heparin has been used in 200 mg. 
doses given subcutaneously twice weekly, and has 
been reported to be of some benefit in angina. 

It has been shown that heparin activates an 
enzymatic substance in the body which has been 
termed the “clearing factor” and which will clear 
the turbid and milky appearance of the serum. 

It has also been shown that a high fat meal 
has been shown to produce angina at about the 
time that the lipemia of the blood is at its highest. 
And finally, there is a state of hypercoagulability 
lasting for one and one-half to six hours after a 
high fat meal. 

This relationship between dietary fat and hyper- 
coagulability of the blood is receiving more at- 
tention. 

From a pratical standpoint, however, heparin is 
expensive, painful, requires care in administration 
and there is the ever present hazard of hemorr- 
hage. 

Antilipemic agents are a possibility for the 
future. 

For example, Laminarin sulfate M, a low-sul- 
fated polysaccharide obtained from sea weed, has 
the antilipemic properties of heparin but has no 
anticoagulant action. (Besterman). 


Estrogens 

As regards the estrogens: the female sex factors 
do protect women, as coronary atherosclerosis is 
sixteen times more common in men than in women 
under the age of 40, (Russek says the ratio is 30 
to one; over the age of 50, the ratio approaches 
one to one.) 

In one study, only 11 of 146 women seen with 
myocardial infarction were premenopausal women, 
and of the 11, ten had diabetes or hypertension. 

It is known that the serum cholesterol reaches 

its peak earlier in men (age 55) than in women 
(60-70 years). Also similar findings occur with 
the alpha-beta lipoproteins and the S, 12-20 lipo- 
proteins. 
For example, the alpha lipoproteins are higher in 
women before the menopause, and afterwards, this 
is reversed to that of the male type. At the age of 
60, women attain the high S, 12-20 level which 
men have at the age of 30. These lipids are affect- 
ed by hormonal administration. 

Long term studies with the administration of 
female sex hormones in men are in progress but 
the loss of masculininity nullifies this as a form 
of therapy. 

However, search goes on for a substance of 
the estrogen group which will affect the lipids 
favorably without causing any feminizing effect. 
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In passing, it should be mentioned that Dock 
found in newborn infants that the intima of the 
coronary arteries was thicker in the male than 
in the newborn female infants. 

Thyroid 

Thyroid hormone affects the serum cholesterol 
but whether it affects coronary sclerosis or not is 
controversial. 

Actually an induced hypothyroidism (which pro- 
duces hypercholesterolemia!) is used in the treat- 
ment of coronary sclerosis and it is felt that the 
hypothyroidism induced does not necessarily ac- 
celerate the underlying coronary atherosclerosis. 

In animals however atherosclerosis does not 
develop with cholesterol feeding (in the dog for 
example) until the animal is given propylthioura- 
cil to produce hypothyroidism. 

“Diabetic Factor” 

It is assumed that diabetic patients are suscep- 
tible to atherosclerosis and this is particularly true 
in those who have acidosis. 

It is felt that insulin is not a factor in this and 
the exact metabolic etiology is not known. 

Nicotinic Acid 

Nicontinic acid in large doses (three to six 
grams per day) will lower cholesterol. Its useful- 
ness is limited by the side reactions of pruritus, 
urticaria and anorexia, but these can be reduced 
by administering the drug with or immediately 
after meals. However, there are no real toxic 
effects, and this seems a simple, safe, and inexpen- 
sive measure worthy of trial. Nicotinic acid amide 
is ineffective. The mode of action of nicotinic 
acid is not known. 

Vitamin B, 

Vitamin B, (Pyridoxine) has been mentioned as 
important in the prevention of coronary sclerosis. 

This is based on experimental work in which 
monkeys deficient in vitamin B, developed ather- 
osclerotic lesions similar to those in humans. 

However, there is no information that this sub- 
stance will reduce the cholesterol level in humans. 

Sitosterol 

Sitosterol (Cytellin, Lilly) in animals was found 
to prevent the expected atherosclerosis and the 
usual rise in serum cholesterol. 

Sitosterol is the sterol found in vegetable food, 
like soy beans, whereas cholesterol is found only 
in foods of animal origin. 

Sitosterol does appear to prevent the absorp- 
tion of cholesterol and apparently does have a 
lowering serum cholesterol producing effect in 
some patients (particularly those with high cho- 
lesterols) although contrary views have been ex- 
pressed. 

(To be continued ) 
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Edited By ANDREW M. Basey, M.D., Las Cruces, N. M. 





APHORISMS and MEMORABILIA 


Truths and Concepts Concerning The 
Gastro-Intestinal Tract 


1. “Gastric retention alone is not evidence of 
organic obstruction, for retention can occur with 
lack of peristalsis due to worry, headache, emo- 
tion, etc.”"—E. Emery, M. Clin. North America, 
19: 1519, March 1936. 


2. “Buccal pigment does not by itself prove 
that Addison’s disease is present, for precisely sim- 
ilar pigmentation in the mouth is observed in some 
cases of pernicious anemia, of phthisis without 
suprarenal disease, and of malignant disease, whilst 
negro blood in the ancestry often causes buccal 
pigmentation in perfectly healthy persons.”—H. 
Frencu, Differential Diagnosis, Wm. Wood & 
Co., N. Y., 1936, p. 635. 


3. “Among the many sources of such mistakes 
by which the physicians may be misled and in- 
duced to conclude that the liver is the seat of 
disease when in fact it is not, feculent accumula- 
tions in the colon are perhaps the most frequent.” 
—Ricuarp Bricut, Clin. Memoirs on Abdom- 


inal Tumors, The New Sydenham Soc. London, 
1861, p. 242. 

4. “Never decide against obstruction as the re- 
sult of the first enema; give a second two hours 
later, and if necessary, a third.”—W. OsiLvig, 
Brit. M. J., 1: 2, 1937. 

5. “Enlarged spleen may be the only evidence 
of cirrhosis of the liver.”—S. J. Ger, Med. Lec- 
tures & Clinical Aphorisms, Oxford Med. Publi- 
cations, London, 1908, p. 273. 

6. “There are only three things that give a 
nodular liver: syphilis, cancer and cirrhosis. In 
syphilis we do not ordinarily get nodules; we get 
masses as big as a fist. In cirrhosis the nodules are 
so small we cannot feel them. Cancer is the only 
disease with nodules of the size that we can feel.” 
—Ruicnuarp Casot, New England J]. Med., 205: 
203, 1931. 

7. “Anybody with any considerable jaundice has 
albumin in the urine.”—Ricuarp Casot, loc. cit., 
p. 203. 


oe 
Correction — Aphorisms 


The following self-explanatory letter has been 
received by Dr. Babey: 
Andrew M. Babey, M. D. 
250 West Court 
Las Cruces, New Mexico 
Dear Doctor Babey: 

Since undoubtedly a great many physicians like 
myself not only read and enjoy your “Aphorisms 
and Memorabilia,” but are guided by them in clin- 
ical work, I thought I ought to call to your atten- 
tion an item in the February issue which could 
have serious consequences. 

You quoted Ralph Bettman, from The Inter- 
national Clinics, 1936, as stating that he did not 
believe in disturbing traumatic hemothorax unless 
absolutely necessary. 

Speaking as a thoracic surgeon, I can assure you 
that, although this was taught up to World War 
II, and in fact was an error perpetuated in the 
Military Manual of the National Research Coun- 
cil prepared at the outset of that war, it is now 
rather universally recognized that there has been 
a great deal of unnecessary morbidity, and prob- 
ably even mortality, by this concept. It was based 
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partly on the misunderstanding concerning the 
clotting of blood in the pleural cavity. In any case, 
it is now stressed that it is imperative to remove 
as much of the hemothorax as is possible as soon 
as possible, not only to eliminate a medium for 
bacterial growth, but particularly to prevent the 
fibrothorax which can cause crippling function 
loss for the rest of the patient’s life, and sometimes 
requires a decortication. The belief that the pres- 
ence of the hemothorax would tend to prevent 
further bleeding has also long since been aban- 
doned. 


I leave it up to your good judgment as to 
whether some correction should be published, or 
whether it would be sufficient to simply eliminate 
this item from your collection. 

Very truly yours, 

Rodger E. MacQuigg, M.D. 
Lovelace Clinic 
Albuquerque, New Mexico 


Dr. Babey acknowledges the error and wishes 
to apologize. The error occurred through careless- 
ness while editing some very old aphorisms. 
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THE PRESIDENT’S COLUMN 





Changes Suggested in Time of Inauguration 


Of Southwestern Medical President 
By Louis G. Jexet, M. D., Phoenix 


Last month it was pointed out that among the 
duties of the President of the Southwestern Med- 
ical Association is the writing of a column. The 
President has great 
latitude in his choice 
of material. Sometimes 
the articles are good; 
sometimes 

Perhaps the most 
important duty devolv- 
ing on the President, 
however, concerns his 
part in the annual con- 
vention. He is ulti- 
mately responsible for 
the program and the 
general conduct of the 
whole affair. Fortu- 
nately for him he has 
the Secretary and the 
members of the various local committees to see 
to the details, and these persons always do a fine 
job. Nevertheless the final responsibility rests with 
the President, and a failure would and should be 
placed at his door. 





Dr. Louis G. Jekel 


Changes Suggested 


It has been the custom to inaugurate the Presi- 


dent at the end of the annual convention. The 
President then works through that year and up to 
the end of the next meeting. 


I wish to propose the following changes in pro- 
cedure: 


1. The President-elect shall be Chairman of the 
Program Committee. It shall be his responsi- 
bility to prepare the program in the same man- 
ner as is now done by the President. 

2. The President shall be inaugurated at the be- 
ginning of the annual session and shall remain 
in office until the beginning of the next meet- 
ing. He could then express his views in a Presi- 
dential Address and follow up with his monthly 
letter. 

Functions 


The functions of the President fall more closely 
in the category of rights and privileges rather 
than duties and obligations. I believe that by per- 
mitting him to start his term at the beginning of 
the meeting he can be in a little better position to 
exercise and enjoy those rights and privileges. In 
other words, to be President is an honor. Let us 
present the individual with full opportunity to 
realize and enjoy that honor. 





DERMATOLOGY 


The Late Therapeutic Results Produced By Low 
Voltage Roentgen Rays and Other Forms of Therapy 
In Certain Benign Chronic Skin Diseases 


‘ 


Baer, R. L., et al., J. Invest. Dermatol. 19:325, 1952 


A follow-up study was made of 1107 patients treated 5 to 23 years previously by X-ray and other 
measures for acne vulgaris, eczema, psoriasis, and chronic lichenified dermatitis. Superficial X-ray 
therapy seemed to offer some advantage in bringing about permanent “cures.” There was no evidence 
that superficial roentgen doses up to 2000 r produced any more scarring in acne than other therapeutic 


measures. 


Clinical Clippings, January, 1953. 
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MEETINGS 





Texas Orthopaedic Association To Meet 
In Houston April 21 


The annual meeting of the Texas Orthopaedic 
Association will be held in Houston April 21, 
1958, in conjunction with the annual meeting of 
the Texas Medical Association, April 18-21. 

The morning session will be in the Grecian 
Room of the Shamrock-Hilton Hotel and the 
afternoon session in the Shrine Hospital. A lunch- 
eon and business meeting will be held in the Jesse 
Jones Library Building of the Medical Center. 

Officers of the Association are Dr. Margaret 
Watkins, Dallas, President; Dr. Duncan Mc- 
Keever, Houston, Vice-President; and Dr. B. C. 
Halley, Jr., Dallas, Secretary-Treasurer, 

Guest Speaker 

Guest speaker will be Dr. Allan F. Voshell of 
Baltimore, Maryland, Professor of Orthopaedic 
Surgery at the University of Maryland Medical 
School. He will speak on “Clinical Fractures Ob- 
tained from Anatomical Studies of the Knee.” 

A native of Providence, R. I., Dr. Voshell re- 
ceived his B. A. and M. D, from Johns Hopkins, 


where he served as House Officer, Resident 


Orthopaedic Surgeon and Instructor in Ortho- 
paedic Surgery, He was Instructor in Orthopaedic 
Surgery at the University of Virginia from 1921 
to 1926 and Associate Professor from 1926 to 
1931. He became Professor of Orthopaedic Sur- 
gery at the University of Maryland in 1931. At 
that time he also became Chief of the Ortho- 
paedic Service of the University of Maryland and 
Baltimore City Hospitals and Director and Sur- 
geon-in-Chief of the James Lawrence Kerman 
Hospital for Crippled Children. 
Past President 
Dr. Voshell is a Past President of the American 
Board of Orthopaedic Surgery and a former Vice- 
President of the American Academy of Ortho- 
paedic Surgeons. In 1940 he received Honorable 
Mention from the American Academy of Ortho- 
paedic Surgeons for an exhibit on internal derange- 
ments of the knee and in 1941 a Gold Medal from 
the Academy for an exhibit on mechanics of the 
ligaments and menisci of the knee joint. 
The complete program follows: 


TEXAS STATE ORTHOPAEDIC ASSOCIATION 
April 21, 1958 


SHAMROCK-HILTON HOTEL — GRECIAN ROOM 


Houston 


10:00 A.M. Dr. H. E. Hipps 
Waco, Texas 
10:20 A.M. Dr, Paul Harrington 
Houston, Texas 
10:40 A.M. Dr. Chas. F. Clayton 
Fort Worth, Texas (Slides). 
11:00 A.M. Dr. Allan F. Voshell 
Baltimore, Maryland 
QUESTIONS— 
11:40 A.M. Dr. Joseph Barnhart 


Houston, Texas 


12:00 ADJOURN 


End Results of the Bohler Operation For Fracture of the 
Patella. (Slides). 

Spine Fixation in Paralytic Scoliosis. 

(x-rays only). 

Fractures of the Distal End of the Radius. 


Clinical Fractures Obtained from Anatomical Studies of 
the Knee. (30 minutes). 

(10 minutes). 

A Discussion of the Orthopedic Aspects of Hyperpara- 
thyroidism. 


Doctors’ Club, Third Floor, Jesse Jones Library Building 
Medical Center 


AFTERNOON PROGRAM — SHRINE HOSPITAL 


12:30 P.M. Luncheon and 
Business Meeting 
2:00 P.M. Dr. Louis J, Levy 


Fort Worth, Texas 
APRIL, 1958 


Transplant of Pectoris Major Muscle For Deltoid 
Paralysis. (Movie). 


213 












Drs. I. S. McReynolds 
and B., D. Burdeaux, Jr. 
Houston, Texas 


2:40 P.M. Dr. Louis W. Breck 
E] Paso, Texas 

3:00 P.M. Dr. Ruth Jackson 
Dallas, Texas 

3:20 P.M. Dr. R. A, Murray 
Temple, Texas 

3:40 P.M. Drs. Parrish & Andrews 
Houston, Texas 

4:00 P.M. Dr. Joe Woodward 


Waco, Texas 


Gluteus Maximus Tendonitis. 





End Result Study of the Fred Thompson Hip Prosthesis. 
(Movie and Slides). 

Cineradiography of the Cervical Spine During Intermittent 
Traction. (Movie). 

Infections of the Spine 


Complications and Sequela of Long Bone Osteotomies 
of the Lower Extremity. 

Muscle Origin Release in Treatment of Sprengel’s De- 
formity — A New Procedure. (Movie and Slides). 





Dr. H. D. Garrett of El Paso Elected President 
of Texas District One Medical Association 


Dr. H, D. Garrett.of El Paso, a former Vice- 
President of District One of the Texas Medical 
Association, was elected President of District One 
at the organization’s annual meeting in Pecos, 
Texas, February 11. 

Other new officers are Dr. Alan Sherrod, Iraan, 
Texas, Vice-President; Dr, E. S. Crossett, El Paso, 
Secretary-Treasurer; and Dr, Gordon Black, El 
Paso, Secretary-Treasurer Elect, Dr. C. E. Oswalt 
of Fort Stockton was re-elected Councillor. 

Retiring officers were Dr, W. A. Jones, El Paso, 
President, and Dr. William E. Lockhart, Jr., 
Alpine, Texas, Vice-President. 


Fort Stockton 


The 1959 meeting will be held in Fort Stock- 
ton. The date is to be announced. 

Approximately 50 physicians attended the Pecos 
meeting to hear an outstanding program. Speakers 
were Drs. J. Leighton Green, Ward Evans, Gordon 
Black, Charles E. Webb, W. W. Wollmann, Ger- 
ald H. Jordan, Leo Villareal, Leigh L. Wilcox, 
Frank C. Golding, H. M. Gibson, Maurice P. 
Spearman, C. C. Boehler, all of El Paso, and Dr. 
Bruce Hay of Pecos. Panel discussions were held 
on the subjects of “Intestinal Obstruction” and 
“Antibiotic Therapy, Current Status”. 


Born in Bertram, Texas, Dr. Garrett was edu- 
cated in Marlin, Texas, and received his B.A. 
from the University of Texas and his M.D. from 
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the University of Texas Medical Branch at Gal- 
veston. 
Interned In El Paso 


Dr. Garrett interned in El Paso City-County 
Hospital in 1941 and then did general practice 
in El Paso until 1945, when he began training 
in dermatology with Dr. Leslie M. Smith of El 
Paso as preceptor. His basic studies in Dermatolo- 
gy and Syphilology were taken at the Graduate 
School of Medicine of the University of Pennsyl- 
vania in 1947 and 1948. 


Dr. Garrett is certified by the American Board 
of Dermatology and Syphilology and is a Fellow 
in the American Academy of Dermatology and 
Syphilology. He is a member of the Texas Derma- 
tological Society and the Southwestern Dermatolo- 
gical Society. He is engaged in the practice of Der- 
matology as a partner with Dr. Leslie M. Smith. 


Censor Member 


Dr. Garrett is a member of the censor commit- 
tee of the El Paso County Medical Society and is 
immediate past chairman of the Society’s public 
relations committee. 


The Woman’s Auxiliary to the Texas Medical 
Association enjoyed a coffee, style show, met at 
luncheon with the physicians, and attended a pro- 
gram “In Tune with the Times”. Mrs. Rufus 
Roberts of Pecos was hostess at a tea and Mrs. 
Harold Lindley of Pecos was hostess for a cock- 
tail hour and buffet supper. 
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The annual meeting of Western Association of 
Railway Surgeons will be held in Seattle, Aug. 
6-8. The time of the meeting will coincide with 
the Seafair Celebration in Seattle. An outstanding 
scientific program is in preparation along with 
arrangements for attending members to enjoy the 
Aqua Follies and the Gold Cup race which are 
features of the Seafair Celebration. 

The fifty-fourth and most recent annual meet- 
ing was held last September in San Francisco. An 
outstanding scientific program was presented, em- 
bracing practically all of the problems which arise 
in the practice of railway medicine. 

At this San Francisco meeting the Western 
Association of Railway Surgeons designated South- 
western Medicine as its official journal. It is antici- 
pated that this alignment with Southwestern Medi- 
cine will be of great benefit to the Association, since 
it has been many years since an official publication 
has been available. 


Annual Lecture 


In the future the William Cummins Annual Lec- 
ture will be presented as a feature of the annual 
meeting as a memorial to Dr. Cummins who served 
as Secretary of the organization for many years. 

The Western Association of Railway Surgeons 
is an association the purpose of which is t6 en- 
courage the study, improve the practice and elevate 
the standards of railroad surgery and medicine. It 


Western Railway Surgeons To Meet 
In August in Seattle 





is also designed to stimulate and foster mutual 
help and friendship in the accomplishment of 
these ends. 

The Pacific Association of Railway Surgeons 
was founded in 1903. This organization was very 
active and held annual meetings of high scientific 
value for many years. It was composed mostly of 
railway surgeons along the Pacific Coast and close 
by. In 1950 the name of the organization was 
changed to the Western Association of Railway 
Surgeons, with enlargement of the scope of the or- 
ganization to include physicians and surgeons of 
the railroads operating west of Chicago within the 
United States, the railroads of Mexico, and the 
railroads of Canada from Winnipeg, Manitoba, to 
the Western Coast. 

Scientific Meetings 

Annual scientific meetings of three days dura- 
tion are held usually in August or September. Since 
1950, meetings have been in San Francisco, El 
Paso, Las Vegas, Seattle, Sun Valley, Salt Lake 
City and Pasadena. 

The present officers of the Western Association 
of Railway Surgeons are: Dr. Bernard E. McCon- 
ville, Seattle, President; Dr. John R. Winston, Chi- 
cago, First Vice President; Dr. Joe R. Gandy, 
Houston, Second Vice President; Dr. Harry Hund, 
San Rafael, Calif., Treasurer; Dr. Graham Owens, 
Kansas City, Secretary; Dr. Glenn F. Cushman, 
San Francisco, Chairman Executive Committee. 





Dr. Andrew M. Babey of Las Cruces Elected President of 
Southwestern New Mexico Medical Society 


Dr. Andrew M. Babey of Las Cruces, editor of 
the popular Aphorisms and Memorabilia in South- 
western Medicine for over six years, was elected 
President of the Southwestern New Mexico Socie- 
ty at its recent annual business meeting in Dem- 


ing, N. M. 


Dr. L, J. Whitaker of Deming was elected Vice- 
President. Dr. T. H. Klunder of Hatch, N. M.., 
was re-elected Secretary-Treasurer. Retiring of- 
ficers were Dr. William B. Cantrell, Truth or 
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Consequences, President; and Dr. C. L, Harris, 
Las Cruces, Vice-President. 

Dr, Merle D. Thomas of El Paso used a very 
practical and easily understood approach to pre- 
sent the “Complications of Anesthesia”’. 


Dr. Ziegler Honored Guest 


Dr. Samuel R. Ziegler of Espanola, N. M., 
President of the New Mexico Medical Society, 
was the honored guest. He offered some pertinent 
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comments on national health legislation, partic- 
ularly the Forand Bill, and gave a brief summary 
of state health problems, welfare support and pub- 
lic relations techniques. 


Ralph Marshall, Albuquerque, Executive Sec- 
retary for the New Mexico Medical Society, spoke 
on the State Medicare program. 


Re-elected for another year were officers of the 
Society’s Auxiliary as follows: Mrs. H. S. Cohen, 
Lordsburg, President; Mrs. Paul A. Feil, Deming, 
Vice-President; and Mrs. T. H. Klunder, Hatch, 


Secretary-Treasurer. 


Born In Brooklyn 


Dr. Babey was born in Brooklyn and received his 
B. A. from New York University and his M. D. 
from Harvard University. He took both his in- 
ternship and residency at Bellevue Hospital in 
New York and did postgraduate work for one 
year in London in Guy’s Hospital and London 
Hospital. He was an instructor for three years at 
the State University of New York Medical School. 


He began the private practice of medicine in 
New York City in 1939, served for three years in 
the Navy emerging with the rank of lieutenant 
commander, and then resumed his practice in 
New York City. In 1950 he moved to Las Cruces, 
where he has since been located. 


Dr. Babey is a Fellow in the American College 
of Physicians and is certified by the American 
Board of Internal Medicine, with certification in 
the sub-specialty of cardiology as well. 


Next Meeting 


The next meeting of the Society will be held in 
the Rio Mimbres Country Club in Deming on 
April 9, 1958, with the Deming group as _ hosts. 
Dr. Maynard S. Hart of El Paso will discuss 
experiences with and follow-up of 5000 cases of 
Papanicolaou smears. The dinner meeting will 
start with a social hour at 6:30 p.m. 

The following schedule for lectures at the Fort 
Bayard Veterans Hospital in New Mexico was an- 
nounced: 

April 2, Dr. Oliver Sténington, Urologist, the 
University of Colorado Medical Center in Denver. 

May 7, Dr. James Stephens, Assistant Professor 


of Neurology, University of Colorado Medical 
Center in Denver. 


June 4, Dr. William H. Pickett, Clinical As- 
sistant Professor of Surgery for the University of 
Texas Southwestern Medical School at Dallas. 
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Border Health Association 


To Meet in El Paso-Juarez 

The annual meeting of the United States-Mexi- 
co Border Public Health Association will be held 
in the sister cities of Ciudad Juarez, Chihuahua, 
and El Paso, Texas, April 8-11, 1958. Head- 
quarters for the meeting in El Paso will be at the 
Cortez Hotel and in Juarez at the new health 
center “Dr. Luis Estavillo Munoz”, which is situ- 
ated on the first street facing the Rio Grande be- 
tween the Santa Fe and Stanton Street interna- 
tional bridges. 

Dr. Malcolm H. Merrill, Director of the State 
of California Department of Public Health at 
Berkeley, will speak on “Public Health Mission 
to Russia”. 

Subjects for discussions include diarrheal di- 
seases, the malaria eradication campaign in Sonora 
and Baja California, recent advances in communi- 
cable diseases and chronic diseases. 





Coming Meetings 


Texas State Surgical Society, El Paso, Texas, 
April 5-8, 1958. 

Southwestern New Mexico Medical Society, 
Rio Mimbres Country Club, Deming, N. M., 
Apr. 9, 1958. 


Texas Medical Association, Annual Meeting, 
Houston, April 18-21, 1958, Annual Meeting of 
the Texas Orthopaedic Association will be held 
in conjunction with meeting of Texas Medical 
Association. 


Fifth International Congress of Internal 
Medicine, Sheraton Hotel, Philadelphia, April 
24-26, 1958. 


Arizona Medical Association, Inc., Annual 
Meeting, Chandler, Ariz., April 30- May 3, 
1958. 


New Mexico Medical Society, Annual Meet- 
ing, Albuquerque, N, M., May 14-16, 1958. 


Western Association of Railway Surgeons, 
annual meeting, Seattle, Aug. 6-8, 1958. 


International College of Surgeons, Western 
Regional meeting, The Riverside Hotel, Reno, 
Nevada, August 21-23, 1958. For information, 
write Dr, Leo D. Nannini, 190 Mill St., Reno. 


American Fracture Association, annual meet- 
ing, Oklahoma City, Oct. 1-3, 1958. 


Southwestern Medical Association, annual 
meeting, Tucson, Oct. 23-25, 1958. 
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The Petrographic Analysis of Urinary 
Calculi in This Area 


By H. M. Gisson, Jr., M.D., & J. A. HANcock*, Ph.D., El Paso 


More and more, it becomes apparent that a 
diagnosis of urinary calculus, is not truly a primary 
diagnosis. Calculi are usually secondary to some- 
thing else, either local conditions or metabolic con- 
ditions. It, therefore, is of prime importance that 
accurate analysis of urinary calculi, be made, and 
yet, until the last decade, progress in this field has 
been woefully lacking. 

Chemical methods of stone analysis, that are in 
general use today, stem directly from the work of 
Hammersten’ in 1896. This is the very weak sup- 
port that we have leaned on, all of these years, 
in an effort to determine what type of urinary 
calculi we are dealing with. 

In the last decade, many investigators, realizing 
the tremendous need for a more accurate method 
of analysing urinary tract calculi, have gone into 
the field of mineralogy and x-ray. Some workers 
have worked out methods to differentiate stones 
fairly well by x-ray defraction.* 

Others have used infra-red light. But, perhaps 
the most succesful of all is the method of optical 
crystallographic study, advanced and advocated 
by Preen and Frondell.* This method uses light 
from a polarized light microscope and gives us a 
very accurate representation of the calculus under 
examination. 


Urinary Calculus 


Knowing the constituents in a urinary calculus 
and their order in that structure, is extremely im- 
portant. For example, some stones are laid down 
in acid urine. Notably, uric acid calculi, If a uric 
acid calculus is first formed as a nucleus and for 
some reason the patient develops infection, then a 
secondary deposit may be deposited around the 
uric acid nidus and form perhaps a very large 
stone. 

Surgical removal of the stone, followed by the 
usual chemical analysis, would reveal only the 
greater mass of the stone, which would be com- 
posed of one of the salts, precipitated in infected 





*Professor of Chemistry, Texas Western College. 
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alkaline urine, such as, magnesium ammonium 
phosphate. 

After removal of the stone, the effort then would 
be directed to prevent the formation of additional 
magnesium ammonium phosphate stones and we 
would be doomed to failure because the real cul- 
prit would have been the uric acid nucleus and the 
patient would, in all probability, continue to form 
stones, in spite of all our efforts, because, in try- 
ing to prevent magnesium ammonium phosphate 
stones, we would, actually, enhance the conditions 
for formation of a uric acid stone. 


Method of Analysis 


Essentially, the method advocated by Preen and 
Frondell*® utilizes the physical characteristics of 
the crystalline components of calculi rather than 
their chemical properties. In this, the ion-pairs of 
a formula can be identified together rather than 
individually as when determined chemically. 


The petrographic microscope has been used by 
the geologist for some years in the identification 
of minerals and is a recognized tool in the field of 
crystallography. If a crystal of a pure substance 
is anisotrophic, it will rotate a plane of polarized 
light a specific amount and direction, according to 
the orientation of the crystal axes and the nature 
of the crystal. 

This physical property along with the measure- 
ment of the indices of refraction by immersion 
allows identification of most crystalline substances. 


A microscopic examination of a sectioned speci- 
men gives information as to the presence of a 
nucleus, the homogeneity or heterogenéity of the 
calculus and also the manner by which it devel- 
oped. A pure crystalline material, or one which 
grew radially, developed over a continuum and 
under the same environment, while an annular or 
band growth would indicate interrupted periods 
of growth accompanied or caused by a different 
environment. These factors and identifications can 
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be helpful in the attempt to prevent the reoccur- 
rence of ureteral calculi. 
Conclusions 

During the first fourteen months of this service, 
we kept tract of all of our private cases and had 
them analysed by Dr. J. A. Hancock. The patients 
were all from southern New Mexico, the trans- 
pecos area of Texas and El Paso, Texas. A total 
of sixty stones were examined and the results of 
this analysis is published in the table below: 





Results Obtained by Prien Local Results 


Type of Stone— 


Calcium oxalate-pure 32.7% 38.3% 
Calcium oxalate + apatite 34.3% 9.9% 
Apatite-pure 3.4% 8.3% 
M,NH,PO, 3K 1.06% 
M,NH,,PO, + apatite 15.5% 15% 
M,NH,,PO, + apatite + 

calcium oxalate 3.2% 1.06% 
Calcium hydrogen phosphate 

dihydrate 1.9% 0 
Uric Acid 5.8% 23.2% 
Cystine 2.9% 3.3% 





It will be noticed that for the most part, the 
local results correspond very closely with the results 
of the analysis made by Dr. Prien in his locality. 
However, one wide difference is noted and that 
is in the incidence of uric acid calculi, with a 





corresponding decrease in the calcium oxalate plus 
apatite stones. 

The very high incidence of 23.2 percent as com- 
pared to 5.8 percent is even more striking when 
this figure is broken down according to sex. It is 
found then, that thirty percent of all stones in 
males are uric acid calculi. 

This is a tremendous percentage and may or 
may not hold up when a larger number of cases 
are examined over a longer period of time, how- 
ever, it has always been our clinical impression 
that a large number of uric acid calculi are en- 
countered in private practice, in this locality. 

Considering the rather definite relation between 
uric acid calculi‘ and diabetes, this is doubly im- 
portant. 

All cases will continue to be analysed and it is 
hoped that in another year or two, we will have a 
large enough series to publish more definite fig- 
ures on this most interesting and what appears to 
be a different local problem. 
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Mayo Chief of Medicine 


Visits Lovelace Clinic 


Dr. Arthur M. Olsen, Professor of Medicine at the Graduate School of the Uni- 
versity of Minnesota and one of the Chiefs of Medicine of the Mayo Clinic, was the 
first visiting physician pro tem at the newly established program of the Lovelace 


Foundation in Albuquerque, New Mexico, for Visiting Physicians and Surgeons 


pro tem, March 5, 6, and 7. 


The program is intended toyfurther the opportunities for graduate medical edu- 


cation in bringing to practicing physicians the latest advances of fundamental and 


clinical medicine and surgery, 
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Initial Management of Burns* 





By GrorceE B. Marke IV, M.D., Carlsbad, N. M. 


The management of burns must be considered 
as two topics rather than one: burn management 
under ideal circumstances in a hospital and burn 
management in mass disaster. 

The former is of interest to the surgeon and the 
latter to all doctors, for surely where hundreds or 
thousands of burns are to be treated, the non- 
surgical specialist can not stand idly by while the 
surgeons and generalists are dropping from exhaus- 
tion. 

Let us consider first how burns are now being 
treated under good conditions. 


Burn Evaluation 


First we must evaluate the extent of the burn 
along with assessment of other injuries. 

This is important as those with less than 15 per 
cent burned areas, especially if second degree, and 
not affecting sight, respiration, or mobility, may 
not have to be hospitalized at all. 

The mortality will be directly proportional to 
the extent and depth of the burns. 

A practical method of estimating area is by the 
“Rule of Nine” which is accurate enough for our 
purposes. 

The head and neck equals about nine per cent 
body area; each arm, another nine per cent. Each 
lower extremity equals twice nine, or 18 per cent. 
The torso equals 18 per cent anteriorily and 18 
per cent posteriorly. 

The genital area, a variable figure, is assigned 
one per cent to complete 100 per cent. 


Fluid Replacement 


In a fairly extensive burn it is best to begin re- 
placement of fluids at once, even,before local treat- 
ment is started. 

Plasma or dextran might be the best to start 
with if shock is expected. Little blood is needed at 
first. 

A plastic tube in a vein is wise if vein trouble 
is expected, 

Today, many feel that the Evans formula for 
the replacement of fluids is not ideal, and modifi- 
cations have been made. 

Artz and his group advocate the following elec- 
trolyte replacement for the first 24 hours: 1.5 cc 
electrolyte (usually Ringer Lactate solution) times 
the weight in kilograms, times the percentage of 





*Presented at the Southern New Mexico Clinical Meeting, Carlsbad. 
N.M., December 7, 1957. 
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body burn, up to a maximum of 50 per cent. 

If the area is over 50 per cent they use no more 
than 50 per cent in their computation. Even so 
total fluids may be 9000 cc or more. 


Colloid Replacement 


They estimate the colloid replacement as one 
third of this, or .5 cc per kilogram times the per- 
centage of burn. In addition about 200 cc of water, 
either by mouth if tolerated, or a five per cent glu- 
cose in water intravenously, must be given each 
day for insensible loss, and in order to produce 
urine. 

One will note that the electrolyte and colloid 
merely replace the huge amounts lost in the extra- 
cellular spaces as edema. The amount lost from 
surface ooze is much less. 


Crews states that 85 per cent of the total edema 
forms in the first hour. This is what produces 
shock. Unlike hemorrhagic shock, electrolyte here 
is more important than blood, plasma or other 
colloid. The need for rapid infusion can be ap- 
preciated. Half the day’s total fluid should be given 
in the first eight hours. 


Second Day 


The second day edema formation is less, and the 
electrolyte and colloid requirements are about half. 
The need for two liters of water remains. Subse- 
quent electrolyte and colloid demand will be much 
less, and must be individualized. 

Variations in requirements exist. Elderly pa- 
tients, for example, should perhaps receive less 
sodium. Soroff et al. states that a plasma level of 
130 to 135 milliequivalents is a good level, and 
that a value of 145 or over indicates intracellular 
dehydration. 

A catheter in the bladder is an excellent way to 
gauge hydration and even shock. A urine output 
of 30 to 50 cc per hour is ideal. Less means shock 
or dehydration. Renal shutdown is rare if shock is 
not prolonged. More output is unnecessary. 


Second Degree 


A purely second degree burn case needs little or 
no blood at first, plasma or dextran doing as well. 
Deeper burns may be associated with hemolysis 
and require blood. There will be time for labora- 
tory evaluation later on. 











Antibiotics are indicated in all but the most 
minor cases. Penicillin with or without Strepto- 
mycin may work, but some geographical areas have 
a lot of resistant organisms which will require other 
drugs. 


Cultures of wounds and blood, if signs of sep- 
ticemia, can guide us to the appropriate anti- 
biotic. Tetanus toxoid or antitoxin must not be 
forgotten. 


Burns about the face warn us that tracheotomy 
may be needed. 


Local Treatment 


As for local treatment, cleansing with water and 
soap or phisohex, followed by removal of loose 
dead skin fragments is done without anesthesia, 
under the influence, perhaps, of morphine in mod- 
erate dosage. 


Some open and debride blisters even if intact. 
I prefer to leave them alone as long as they are 
not open and grossly infected. 

Stripping off all the epidermis that can be 
pulled off with forceps seems to me to delay heal- 
ing of second degree burns. 


Open Air Treatment 


One of the advantages of open air treatment 
is that areas can be watched and debrided as 
necessary. 


Other advantages are ease of management, econ- 
omy of supplies and personnel, less septicemia, 
evaporation and radiation of heat are unimpeded, 
better drainage of any infected areas, and that 
fewer areas convert from second degree to thitd 
degree as occurs when the struggling little islands 
of epithelium are bathed in infected secretions. 


Furthermore repeated anesthesias, usually neces- 
sary for dressing changes, are eliminated. 


Most burns can be treated by the open method. 
Bed sheets need not be sterile as a dry surface, 
which develops in 48 hours, will not grow bacteria. 


Sterile dressings may be placed under burned 
parts and, if burns are both anterior and posterior, 
a Stryker frame can be used so as to air dry all 
sides. 


Closed Dressings 


If closed dressings are to be used, as in ambu- 
latory patients, I feel it makes little difference what 
sort of bland ointment, if any, is applied at first. 


The first dressing will be soaked and it will all 
come off. 


A large dry fine mesh bulky dressing, as pro- 
duced by the government for disasters, is fine. 
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The dryer the wound, the less the infection, is a 
general observation. 


The local care, as well as fluid and nutritional 
needs, grafting, physiotherapy, etc., needed sub- 
sequent to the first few days following burns, will 
not be dealt with in this paper. 


Formidable Problem 


Now let us consider for a moment the formid- 
able problem of treating burns in a mass disaster 
such as might occur in atomic warfare or a huge 
oil fire. 


One can’t be complacent because one doesn’t 
live in a strategic target or near oil storage tanks. 
Where will the mass casualties be evacuated, if 
not to you? 


Hospitals can care for some of these unfortu- 
nate patients, but, in a great disaster, schools, and 
church annex facilities may have to be utilized. 
The main requirement will be space, shelter, 
warmth, and kitchens. 


One story buildings are best as we can’t rely on 
elevators. Large numbers of army stretchers for 
use as cots are necessary, as well as sheets, blankets, 
and dressings. 


There will be no charts, a tag will substitute 
and will go with the patient without loss or con- 
fusion. 


Sorting and Evaluation 


Sorting and evaluation (triage) will of necessity 
be brief but must be as accurate as possible. The 
most experienced surgeons available should have 
this job. 


This is no time to tie up our best men in an 
operating room, spending hours on tendon surgery 
and intramedulary fixation of fractures. 


Those with burns of 20 to 40 or 50 percent 
should have first treatment under these imperfect 
conditions; a burn of greater extent will likely 
prove fatal, and if 80 percent or more is burned, 
the patient should be given morphine and left in a 
quiet area as comfortable as possible. 


Those with less than 20 percent burn can be 
treated later, or perhaps some volunteer can be 
found to help them dress themselves with whatever 
is available. Lay personnel will have to do much 
of the work of nurses and orderlies. 


Dressings Indicated 


If further evacuation is expected, dressings are 
indicated, but, if unavailable at first, the open 
method can later be changed to a closed tech- 
nique. 
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If definitive treatment must be carried out at this 
location, and if the temperature of the space can 
be controlled, the open treatment is the method 
of choice. 

Cradles or tents can be improvised from cut 
out cardboard cartons or string and sticks. 

Brown and Glover suggest a simple method of 
preparing closed dressings by dipping sterile gauze 
or cloth in a pan of 30 percent amber vaseline and 
70 percent heavy mineral oil. 

Such strips are applied vertically, not around 
the body or an extremity. Any type of dry dressing 
is applied over this. 

Whether open or closed methods are used little 
cleansing or debriding is possible at this stage. 


Oral Solution 


Where intravenous solutions are unavailable or 
in short supply, an oral solution of one teaspoonful 
of salt and one half teaspoonful of sodium bicar- 
bonate in a liter of water makes a fair substitute. 
It must be taken in large quantities. 

Catheters can be used to great advantage to 
check on hydration and shock. A volunteer with a 
bucket can hourly pass down the long line, empty- 
ing the urine containers after measuring output. 
He would call attention to any case having less 


than 30 cc per hour and the ward doctor or nurse 
would do what was possible to increase the fluid 
intake, whether by mouth or by vein. 


Antibiotics Recommended 


Antibiotics and tetanus prophylaxis should be 
used if at all possible. 

Again we must not forget that a tracheotomy 
may be lifesaving for burns about the face, es- 
pecially where there are signs of respiratory tract 
burn. 

An attitude of hope and optimism in the care 
of the burned patient, coupled with energy, will 
produce sometimes surprising recoveries, whether 
under disaster or optimum conditions. 

The pessimistic or defeatist doctor will have re- 
sults that confirm his pessimism. 

911 N, Canal St. 
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EL PASO GENERAL HOSPITAL 


February 20, 1958 


F. P. Bornstein, M. D.—Eprror—Case #966 
Presentation of case by J. C. Dotson, M. D. 


History—Dr. Nathan Kleban: 

Abdominal pain brought a 38-year-old unem- 
ployed, divorced, Latin-American man to the hos- 
pital on November 14, 1957. 

Since 1935, there had been steady intake of 
alcohol, with periods of not eating. Six months 
before admission, the patient began to vomit when 
he got up in the morning. Over a three-month 
period, there was a 25-pound loss in weight. Eight 
days before admission, he began having two or 
three liquid stools each day. Blood was passed by 
rectum two days prior to entry. The abdominal 
pain which prompted his coming to the hospital 
was not further described. 

Physical Examination: 

Temperature, 99.6. Pulse, 110. Respirations, 28. 
Blood pressure, 110/70. The patient was jaundiced 
and had poor muscle tone. Rales were present at 
both lung bases. The liver edge was thought to be 
three centimeters below the right costal margin. 
Ascites was present. 

Hospital Course: 

Temperature rose to 102 on the second day, 
with only low grade fever during the remainder 
of the first ten days, and no elevation thereafter. 
Abdominal pain required meperidine. 

There were three large, yellow-brown and yellow- 
green stools on the second day, for which he was 
given Cremomycin and parenteral fluids. On the 
fifth day, there was a liquid reddish brown stool; 
later, small amounts of dark liquid blood. 

The next day, there was considerable loss of 
dark liquid and clotted blood by rectum, which 
later became bright red in hue. 

Fourteen pints of whole blood and 1-arterenol 
were given through venous cut-down, for shock. 
A bleeding point was not found by sigmoidoscopy. 
Test for occult blood, on fluid obtained through a 
gastric suction tube, was weakly positive. 


Abdomen Opened 


With blood being lost from the gastro-intestinal 
tract faster than it could be replaced, the abdomen 
was opened on the seventh day. Ascites and a 
pebbly, shrunken liver were found. Three lesions 
were encountered in the distal ileum and cecum. 


These consisted of areas of induration, a whit- 
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ish serosal reaction, and what seemed to be par- 
tially circumferential ulcers. 

A terminal ileo-ascending colectomy, with side- 
to-side ileo-transverse colostomy was done. The pa- 
tient tolerated the procedure well. 

Pathological diagnosis of the ulcerative lesions 
was tuberculosis of the small intestine. 

Following surgery, there was no recurrence of 
rapid blood loss, although some red and _ black 
blood continued to be expelled through the rectum 
and blood was obtained through the gastric suction 
tube during the last several days of the patient’s 
life. 


Vitamins, including K, oxide, parenteral calor- 
ies and electrolytes; chloramphenicol, tetracycline, 
steroids and an additional four pints of blood were 
given. 

There was increasing confusion, deepening 
jaundice, hypothermia and hypotension. Large 
amounts of blood from the gastric tube, coma, la- 
bored breathing, and an additional drop in blood 
pressure preceded death on December 4, 1957. 


Laboratory Findings: 


X-ray—11/15/57—Radiographic examination of 
the chest reveals a moderately advanced fibroid 
lesion involving the right upper lung field. Sputum 
studies are recommended for further evaluation. 
The heart and mediastinal structures appear nat- 
ural. The bony thorax and diaphragm and trachea 
occupy their usual positions. Conclusions: Mod- 
erately advanced -fibroid lesion. The degree of ac- 
tivity cannot be evaluated on a single examination. 


X-ray—11/29/57—Portable examination of the 
abdomen reveals gas distended loops of both large 
and small bowel, consistent with an adynamic 
ileus. There are hypertrophic changes in the vis- 
ualized lumbar spine. Conclusions: Findings con- 
sistent with adynamic ileus. 


Blood Counts—12/15/57—Hb, 9.8 gms. WBC 
+,900, Stab..3 Segs 78, Lymphs. 13, Monos. 6, Ht. 
32 percent. 11/18/57—Hb. 8.5 gms. WBC 6,150, 
Ht. 33 per cent, Segs. 62, Lymphs 35, Monos. 3. 
11/19/57—Hb, 5.7 gms. Ht. 23 vol. per cent. 
11/19/57—Hb. 4.8 gms, RBC 2,240,000, Coag. 
time 3’ 50”, bleeding time 1’ 30”. Platelets 96,320, 
Prothrombin time 90 per cent activity time, Ht. 
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16 per cent. 11/20/57—Hb. 11.11 gms. WBC 
5,150, Stabs. 10, Segs. 55, Lymphs, 32. Monos. 3, 
Ht. 35 vol. per cent. 11/20/57—Hb. 12.0 gms. Ht. 
40 vol. per cent. 11/21/57—Hb. 12.4 gms, Ht. 41 
vol. per cent. 11/28/57—Hb. 10.7 gms. Ht. 38 
vol. per cent. 11/26/57—-Hb. 12.9 gms. Ht. 48 
per cent—WBC 15,700, Stabs. 3, Segs. 86, 
Lymphs. 8, Monos. 3, 11/30/57—-Hb. 12.4 gms. 
Ht. 45 per cent—11/30/57—Hb. 12.0 gms. Ht. 
43 per cent. 12/4/57—Hb. 10.7 gms. Ht. 36 vol. 
per cent, 


Urinalyses: 11/15/57—Slightly cloudy, S. G. 
1.017—acid, sugar and albumin neg. 2-3 ep, cells/ 
HP, 3-5 sperm. /HP—profuse, motile bacteria, Ca. 
Ox. crystals. 11/21/57—Spec. Gravity only, 1.014. 


Miscellaneous: 11/15/57—-BSP—34.0 per cent 
retention in 45 minutes, 11/15/57—Thymol tur- 
bidity—10.0 units. 11/15/57—Ceph. Floc—24 
hours, 2+ 48 hours, 3+. 11/18/57—PPD #1— 
neg. 11/18/57—PPD +2—neg. Cocciodiodin— 
neg. Histoplasmin—neg, 11/19/57—Gastric fluid 
—occult blood—weakly positive. 11/20/57—Ty- 
phoid O, Typhoid H, Paratyphoid A, Paratyphoid 
B, Brucella abortus, Proteus Ox 19—agglutinations 
all negative. 


Blood Chemistry: 11/15/57—Alk. Phosphatase, 
11.5 BU. Total protein 6.8 gm. percent. Albumin 
3.6 gm. percent. Globulin—3.2 gm, percent. A/G 
—1.2/1. Urea nitrogen—8.5 mg. percent. Urea— 
18.2 mg percent Van den Bergh—direct—1.75 
mg percent, indirect 3.0 mg percent. 11/20/57— 
CO, capacity—53.4 vol. percent (24 meq/1). 
Chlorides—445 mg percent (124.5 meq/1 as cl). 
Potassium—2.7 meq/1. Sodium—132 meq/1. 
11/21/57—Total protein—4.5 mg percent. Urea 
nitrogen—18.7 mg percent. 11/22/57—Chlorides 
—95. Potassium—3.9 Sodium—117. 11/27/57— 
Total protein—5.2 gm percent, Albumin—3.3. 
Globulin—1.9 A/G—1.74/1. Van den Bergh— 
direct, 9.5 mg percent indirect, 12.0 mg percent. 
11/29/57—Sodium—137 meq/1!. Potassium—6.9 
meq/1. 12/4/57—Chlorides—124.5 meq/1. NPN 
—A7 meq. percent. Potassium—6.9 meq/1. Sodium 
120. Urea nitrogen—16.0 mg percent, Van den 
Bergh direct, 7.25 mg percent, indirect 11.25 mg 
percent. 


Feces: 11/18/57—Strongly positive for occult 
blood, very numerous cysts of giardia lamblia 
found. 11/18/57—Same as above. 11/20/57— 


Culture—no growth in 72 hours. 


Differential Diagnosis—Dr. J. C. Dotson: 


I accept the pathological diagnosis of tubercu- 
losis of the intestine. I saw the pictures and they 
seemed quite typical. I would like, briefly, to re- 
capitulate the history for you. 
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On entering the hospital, the patient was an 
acutely and chronically ill 38-year-old man, who 
entered with ascites, jaundice, and a recent history 
of diarrhea, which had become bloody two days 
before admission. 

He had also suffered a 25-pound weight loss as- 
sociated with vomiting. The precipitating cause of 
admission was, apparently, some sort of abdominal 
pain, which was not very well described. 

On the physical examination, in addition to 
the jaundice and ascites, we demonstrated an 
elevated pulse rate, poor muscle tone, basilar 
rales, and a palpable liver. 


Pre-Operative Course 


His pre-operative course was marked by low 
grade fever. He had large, semi-formed stools, 
which became dark brown on the fifth day, and 
then frankly bloody, turning bright red shortly 
before operation. 

The bleeding at the time progressed to such an 
extent that his blood pressure had been lowered 
to shock level, and it was at this time that I first 
saw the patient. 


Ten pints of blood had been used in the 36 to 
48 hours before surgery, which was done on the 
sixth hospital day. The bleeding appeared to be 
coming from the distal bowel. 

Even aside from the bleeding proper, he was 
in extremely poor condition. Therefore, I felt that 
some temporizing was indicated. We did a sig- 
moidoscopy in bed, and found no bleeding point, 
which argued somewhat against ulcerative colitis. 


No Stool Culture 


A stool culture had not been done to determine 
the presence of typhoid bacilli. The agglutination 
reactions had not been taken until the day of 
operation. 


These, incidentally, were negative. Giardia 
lamblia cysts were found, but no amoeba, These 
examinations were done two days prior to surgery. 


Chemistries taken on admission confirm the 
clinical impression of severe cirrhosis with impend- 
ing liver failure as manifested by rise in the biliru- 
bin. 

The serum proteins, however, were adequate. 


The kidney function, judged by the urea nitro- 
gen level and the urine output, appeared to be 
adequate, although specific gravity was deter- 
mined on only two occasions, but was perhaps 
somewhat lower than might be expected on the 
basis of his state of dehydration which was also 
somewhat uncertain. 
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The fibrotic lesion, which had been shown in 
the right upper lung, was described as moderately 
advanced and, we thought, provided the clue to 
the findings at operation which were three or four 
partially circumferential ulcers with serosal reac- 
tion but no evidence of peritonitis at that time. 

There was a liter or so of ascitic fluid and 
there were some old adhesions between the liver 
and the anterior abdominal wall, but these were 
old and otherwise unexplained. 

The anastomosis proceeded smoothly. Although 
the operating time was somewhat longer than it 
should have been, with the help of transfusions 
(1000 ces., I believe), his blood pressure was fairly 
well supported during the procedure, and his post- 
operative recovery was very smooth. 

One or two units of blood were given the day 
following surgery, and, later on, he bled for two 
weeks, and in addition two pints of blood were 
given toward the end. 


The bleeding at this time had been recurrent but 
mild, and did not appear to be a problem. His 
hemoglobin was easily maintained by the trans- 
fusions, as mentioned. 

In addition he had, I think, a fairly thorough 
therapeutic regimen, including Vitamin K as well 
as other vitamins, parenteral glucose, electrolytes, 
protein, hydrolysates, steroids and antibiotics. 


Urine Output 


The urine output the day of surgery was only 
200 cc. but, following that, ranged between 650 
and 1000 cc., which may or may not have been 
adequate. On the 11th post operative day, he had 
a relative diuresis of over 2000 cc. 

The BUN did rise somewhat, but not alarming- 
ly, probably due to the absorption of hemoglobin 
or break-down products. 

The electrolytes taken on the date of surgery 
revealed a low potassium, slight reduction in sodi- 
um, and markedly elevated chloride. 


I wasn’t quite clear on this point until I con- 
sulted with Dr, Kleban. 


There seemed to be some discrepancy, but ap- 
parently the chloride was elevated, 124 meq/1, 
which is precisely the value obtained some ten 
days later. 


If we assume that he did have a chloride ele- 
vation, it is almost always associated with over- 
salinization, of which there was no evidence on 
the history. 


The only explanation we had for excessive 
chloride in the presence of an ascites was the 
assumption that he lost enough cations through 
his diarrhea. 
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Later on, there probably was some reason for 
finding a high chloride, but not at that time. Two 
days post operative, his chloride and potassium 
were in line, but his sodium was somewhat danger- 
ously low. 

I think several causes probably played a part. 
First of all, there was the usual postoperative 
sodium concentration deficit as opposed to the true 
depletion which is brought about by intracellular 
migration. 

Secondly, several influences were operating in 
this chronically debilitated patient which might 
have led to his hyponatremia—influences which 
are somewhat hard for me to understand, but 
have in the main to do apparently with water 
balance. 

Sodium Losses 


Then there were the sodium and water loss as- 
sociated with his diarrhea and his hemorrhage, 
and also sodium losses in the ascitic fluid. This is 
understandable enough, However, this hyponatre- 
mia is seldom symptomatic. 

You will notice that the sodium descended to 
something like 117 meq/1, which ordinarily will 
produce symptoms. Vigorous efforts should be 
made to correct the situation. 

Eventually, it was recognized and treated, and, 
perhaps, somewhat over-treated. During the sixth 
and seventh postoperative days, he received some- 
thing like 50 grams of sodium chloride through 
mistake. 

He survived this well enough, and a couple of 
days later his sodium was back in line again. This 
time his chlorides were way up, and I think then 
the discrepancy probably represented an essential- 
ly low sodium level which is more homeostatic 
and physiological than pathological. 


No Clear-Cut Losses 


In other words, it certainly was not due to any 
clear-cut extra cellular losses except for the ab- 
sence of the ascitic fluid. Interestingly enough, 
the symptomatology produced by abnormalities 
of electrolytes are often much the same. 

High potassium with low sodium, even a high 
chloride, pretty much correspond with the symp- 
toms which we find with various other types of 
depletion, several of which he had, mainly due to 
his hemorrhage and mainly due to his malnutri- 
tion. 

The elevation of the potassium (very high— 
6.90 on two separate occasions) without oliguria 
is very rare. It may be that a relative oliguria did 
exist here, His tubular resorptive capacities were 
really not known and not very much is known 
about his kidneys. 
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Certainly the administration of cortical steroids 
didn’t seem to do much to influence his electrolyte 
levels. He had quite a bit in the way of cortisone 
in the last week or so and yet there was no in- 
creased secretion of potassium. 

Incidentially, these high potassium levels were 
not checked out with an EKG. They were not 
treated with insulin or testosterone. It is quite 
possible that the high potassium level may have 
influenced the development of his marked mental 
confusion and his weakened and peripheral vascu- 
lar collapse. 

There is also the possibility of a transfusion 
reaction, masked perhaps by his jaundice with the 
ascites and the release of abnormal amounts of 
potassium into the blood. 


Recurrent Bleeding 

To explain the recurrent bleeding otherwise 
than by persistent ulcers left behind or small ones 
which were not clinically recognizable, one could 
assume that there were abnormalities of the clot- 
ting mechanism. 

No proof, pro or con, was obtained. Stress ul- 
cers, perhaps aggravated by the administration 
of corticoids, is one possibility. 

This, like myocardial infarction or pulmonary 
embolism, is always a possibility. 

Other causes of the bleeding, such as nasal 
gastric tube, or multiple, perhaps septic, venous 
thrombi in the intestine, and all sorts of things, 
could be mentioned, but can’t be proved. | 

He had two normal white counts before, and 
on the seventh postoperative day it became ele- 
vated to 15,000, with a marked shift to the left, 
with 88 percent segmented forms, 


Superimposed Infection 

This gave the appearance of a superimposed 
infection, Since there were few, if any, localizing 
signs of it, I also am inclined to believe like Dr. 
McVaugh that there was a peritonitis, 

I didn’t have that interpretation of the films at 
the time; it was described as an ileus. The widen- 
ing of the space between the loops, indicative of 
fluid, didn’t appear to be too marked. 

The patient was passing stools, and he had 
bowel sounds, so we know that it wasn’t an ileus, 
but it suggested that he did have some adherent 
loops of bowel, perhaps on the basis of peritonitis. 

The lack of elevation of temperature to indicate 
an infection is not surprising, particularly if it is 
of a tuberculous nature, and particularly if the 
patient is on the verge of a cardiovascular col- 
lapse. 

There was a report, I think somewhat inci- 
dental, of many motile bacteria in the urine. I 
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don’t think that had too much to do with the 
main problem. 
Summary 


In summary, then, we have an acutely and 
chronically ill cirrhotic patient who entered with 
signs of impending liver failure complicated by a 
mysterious hemorrhage from what we think proved 
to be tuberculous ulcerations of the lower small 
bowel and cecum. 

His immediate post-operative recovery was fair- 
ly satisfactory, but he continued to lose blood in 
relatively small amounts, and there were prob- 
lems of electrolyte management. 


There were hypotension, recurrent chills, and 
increasing liver malfunction, as evidenced clinical- 


ly and by laboratory studies. 


A contributing and final cause of death, in addi- 
tion to hyperkalemia, was apparently an infection, 
possibly a tuberculous peritonitis, 


I forgot to say that I believe there was some 
note in the chart about cardiac irregularities, We 
did not do an electrocardiogram. Cardia irregu- 
larities, I believe, can be found with a high potas- 
sium level, and for that reason I think it was prob- 
ably not important, 


Dr. Bornstein: On what basis did you make the 
diagnosis of cirrhosis of the liver? 


Dr. Dotson: I saw the liver at operation and it 
was a small, shrunken, pebbly, brownish, not grey, 
liver. It looked pretty typical. 

Dr. James McNeil: Did the patient receive post- 
operatively any anti-tuberculous drugs ? 

Dr. Dotson: He was on chloromycetin, but that 
was all. He never had any streptomycin. 


Dr. W. R. Gaddis: Was the appearance of the 
liver such.that it justified the diagnosis of acute 
and sub-acute yellow atrophy? 


Dr. Dotson: No, it looked chronically shrunken. 
I don’t know whether I have ever seen an acute 
yellow atrophy in a liver patient, or in an autop- 
sy specimen. Perhaps Dr Bornstein can tell us the 
difference. 

Dr. Antonio Dow: Were you satisfied at surgery 
that the bleeding was from these ulcers of the 
ileum ? 

Dr. Dotson: Ileum and cecum. We went through 
the entire GI tract and were unable to find any 
other source of bleeding and, post-operatively, his 
bleeding did largely cease. As a matter of fact, 
he had some stools that contained simply old 
blood. It wasn’t until about the fourth or fifth day, 
I think, that he passed additional small amounts 


of old blood. 
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Dr. Dow: Well, it says here that large amounts 
of blood were obtained from the gastric tube just 
before he died. 

Dr. Dotson: Pre-operatively, we were unable to 
get any positive blood in the stomach contents. 

Dr. McNeil: Was any attempt made to demon- 
strate esophageal varices by X-ray? 

Dr. Dotson: No, When I first saw him, he had 
a blood pressure of 60/30. I simply told them to 
get a silk stocking tube and have it ready, but, 
as the bleeding got brighter and brighter, it seemed 
fairly obvious that it wasn’t coming from the eso- 
phagus. 

Dr. Jack Postlewaite: One is impressed with the 
multiplicity of diagnoses that apparently could 
be given in a case like this. Many organs are in- 
volved, but one thing I would like to point out is 
anergic tuberculosis. 

We will assume that the pathologist knows tu- 
berculosis by having a piece of tissue which is 
characteristic of the disease, but we must also 
realize that first and second strength tuberculins 
are negative, and, therefore, you are dealing with 
presumed anergic disease. 

He was critically ill. Therefore, he could have 
been so-called skin negative and still have had 
active extensive disease due to tuberculosis, 

Other causes of anergic tuberculosis may occur, 
and they are incorporated in such weird diagnoses 
as Boeck’s sarcoidosis, and some of the other col- 
lagen-like problems. 


Cat Out of Bag 


I am afraid I heard the cat get out of the bag, 
so I will have to say something and look like I 
understand the whole case. 

But it is true that long term liver disease has 
an unusual terminal event, which looks like hob- 
nail disease but is actually a malignant degenera- 
tion of a cirrhotic liver. 

If this had metastasized to the peritoneum and 
peritonitis had occurred, I doubt whether it would 
escape the notice of the operator, because there 
would be other evidence of metastasis locally, 

The hepatoma is more apt to metastasize to the 
pulmonary bed and, occasionally, to the central 
nervous system, rather than into the abdominal 
peritoneum. 


Fluid Balance 
One other thing occurred to me and that is the 
discussion of fluid balance which I think is so im- 
portant here, The terminal event of failure, hypo- 
tention, and hyperkalemia, was preceded by so- 
called hypokalemic disease, possibly alkalosis. 
This uncompensated problem is usually brought 
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on by something we do mechanically to a patient 
such as intubation, or such as some fluid loss 
through the biliary tree—the T-tube for example. 
It is usually a complication of therapy, whereas 
hypokalemic acidosis is the metabolic equivalent 
and must be treated in an entirely different man- 
ner. 

The terminal event, I presume, could be classi- 
fied as a fluid type of destruction of the body 
processes, fluid imbalance, electrolyte imbalance, 
and could, therefore, be classified as a hepato- 
renal syndrome. 

Whatever it is, these shifts may be incompatible 
with heart function, and they die respiratory car- 
diac deaths. 

Clinical Diagnoses: Intestinal hemorrhages, 
cause undetermined. Tuberculous ulcers. Hepatic 
failure. 

Dr. Dotson’s Diagnoses: Cirrhosis of the liver. 
Pulmonary and intestinal tuberculosis. Secondary 
gastro-intestinal hemorrhage from tuberculous ul- 
cers, Hyponatremia, Hyperkalemia. Tuberculous 
peritonitis. 

Pathological Diagnoses: Acute gastric hemorr- 
hage with mucosal erosion. Sub-acute hepatitis. 
Inactive apical tuberculosis, bilateral. Generalized 
icterus with bleeding tendency. Surgical absence 
of the lower ileum. Tuberculous ulcers of the 
ileum, surgically removed. 





Pathological Discussion—Dr. Bornstein: 


On autopsy, we found the body of a 35-year- 
old, emaciated man. The body was slightly icteric. 
A well healed, fairly recent, post-operative wound 
ran in the longitudinal direction for about 13 
cm. near the midline. 


The peritoneum was jaundiced, hyperemic and 
covered with fibrous tags which extended from 
the peritoneum to the intestine. The peritoneal 
cavity contained about 2000 cc. of straw colored 
fluid. 

Both pleural cavities were partially obliterated 
by fibrous adhesions. Each contained about 300 
cc. of straw colored fluid. Examination of the 
organs revealed the following abnormalities. 


Indurated Areas 


In the apices of both lungs, there were indurated 
areas of greyish-white tissue with some caseation 
necrosis. Histologically, they showed active tuber- 
culosis which correlates with the histological find- 
ings in the small intestine. 

The liver weighed 1600 grams, The superior 
surface of the liver capsule showed numerous 
hemorrhagic fibrous tags. The liver was pale yel- 
low in color. 
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It cut with markedly increased resistance. The 
cut surface showed homogenous yellow liver tis- 
sue with the pattern obscured. The biliary system 
was patent. 


Multiple sections were taken from various areas 
of the liver for microscopic study which showed 
a picture of total disorganization of the structure. 


The liver lobes have broken down into small 
fragments of islands of liver tissue. These islands 
are of two types—first, slowly degenerating liver 
tissue. 





Various Stages 


In these areas, the cytoplasm shows various 
stages of granularity and vacuolization and oc- 
casional outright necrosis. In a few places, re- 
generating liver tissue is noted. This, however, is 
fairly rare. 


Between the liver tissue, one sees intensive pro- 
liferation of inflammatory tissue, fibroblasta, lym- 
phocytes, some scar tissue, and some biliary canali- 
culi. 


The picture differs from real cirrhosis in several 
important aspects. 


First, an over-all lobular pattern with central 
veins is preserved. 


Second, the break-down of liver tissue is uni- 
form and the small fragments are fairly uniform 
in size. 


Third, the necrotizing and inflammatory ele- 
ments present dominate, while the reparatory ele- 
ments appear to be secondary in character. 


The most remarkable feature is that the entire 
liver appears to be uniformly affected. 


Bloody Material 


The esophagus, on opening, contained bloody 
material, The mucosa was intact. The stomach 
was markedly dilated and filled with freshly clotted 
blood. 


After the blood was removed, one saw several 
flat erosions in the gastric mucosa which evident- 
ly represented the source of bleeding. 


The small intestine was filled with clotted blood 
and was free of ulcers. There was a fresh suture 
at the ileo-cecal junction where the small intestine 
had been resected previously. 


The suture was in good condition. The large 
bowel was free of ulcers. 


From these findings, it appears that this man 
died of a diffuse gastric hemorrhage of a type 
frequently associated with hepatic failure. 
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It is intersting to note that the hemorrhage 
continued after the removal of the tuberculous 
ulcers. 

Tuberculous Ulcers 


When I received the tuberculous ulcers after 
surgery, I was somewhat baffled and checked the 
literature, It seems that fatal hemorrhages from 
tuberculous ulcers are unheard of and, therefore, 
it is my feeling that they represent an incidental 
finding and are not responsible for the hemorrhage 
of this patient. 

As to the nature of the liver disease, this repre- 
sents a far advanced stage of hepatitis with hepa- 
tic failure. 

Such a hepatitis might, by regeneration and 
healing, end up as a fairly normal liver, and also 
may proceed and produce, later on, a cirrhosis of 
the liver. 

However, this stage had not been reached in 
this patient, We still have the complete normal 
architecture of the liver with a free blood flow 
from the portal into the general venous system. 

Therefore, we cannot expect any esophageal 
varices and can rule out eosphageal varices as the 
source of hemorrhage. It also explains the ascites 
on the basis of hepatic functional failure. 

Dr. Dow: Do you suggest that he oozed all 
through the intestine? 

Dr. Bornstein: He bled mainly in the stomach. 
There were no varices or specific bleeding points. 

Dr. McNeill: Isn’t it unusual, in hepatitis, to 
have such excessive hemorrhage in one organ and 
no bleeding in any other organs? 


Dr. Bornstein: That is unusual. You usually 
find hemorrhage in other organs, subcutaneous 
hemorrhages. But he did not bleed from the 
sutures; he did not bleed from a varicose vein; he 
had a diffuse hemorrhage all over, which I could 
not locate specifically. 


Dr, Dow: It is hard to believe that he was 
oozing all over. I believe that he had one specific 
bleeding point. 

Dr. Bornstein: I took a lot of sections to find 
the specific bleeding point, but I was unable to 
do so. 

Dr. Gaddis: The situation here is one that 
brings to mind another that we have seen before, 
following cortical steroid therapy. You will find 
bleeding from the gastric mucosa, without having 
a single bleeding point demonstrated. 

I think it was my unfortunate task to discuss 
such a case last year in this very hospital; and 
you shouldn’t be too surprised to have another 
patient on just the same order. 
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Once we proceed to use cortical steroids as 
part of our therapeutic armamentarium and 
attempt to do something for a patient, we some- 
times do something to them. 


I don’t think you can explain it on the basis of 
a single bleeding point in spite of the fact that 
everybody else, including myself, would like to see 
one. 

Dr. Bornstein: I think that your idea that the 
cortical steroids increase the bleeding tendency 
here is a very good one. 

Dr. Dotson: What do you think about the 
original hemorrhage before the steroid therapy? 

Dr. Bornstein: I don’t know, Usually if you get 
an ulcer, like a real peptic ulcer, you can see a 
really nice artery spurting out blood. Here, you 
have common run-of-the-mill tuberculous intesti- 
nal ulcers, which you see dozens of times, and I 
don’t know which one caused the beeding. 

Dr. Dow: Was there a hyperemic, bloody mu- 
cosa ? 

Dr. Bornstein: No, there wasn’t. He was bled 
out. 

Dr. Dow: I can’t believe he oozed all through 
the stomach. 

Dr. Bornstein: Well, the stomach was full of 


blood. 


Dr. Licon: You dissected the body. You re- 
viewed all the facts. You still don’t know what the 
hell went on. 

Dr. Bornstein: That is usually the case. 

Dr. Dow: Were there esophageal varices ? 

Dr. Bornstein: No. 

Dr. Dow: Esophageal varices, when they are 
collapsed, are hard to find, 

Dr. Bornstein: There were some flat, small eros- 
ions in the mucosa of the stomach, which were 
just good enough for the pathologist to be happy 
to find something tangible. I don’t think you 
can bleed to death from a few small, superficial 
erosions. I didn’t want to bring them in, because 
I didn’t think they were relevant. 

Dr. Kleban: You doubt seriously that this man 
bled from the tuberculous ulcers, and yet he was 
admitted to the hospital with a hemoglobin of 
five grams. . 

Dr. Bornstein: After the tuberculous ulcers 
were removed, he kept on bleeding just the same. 

Dr. Kleban: I believe it was something else. 


Dr. Bornstein: How do you know that it wasn’t 
the same as before? 


Dr. Kleban: Because he had no blood in his 
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stomach before. He hemorrhaged to death on the 


day of death. 


Dr. Bornstein: Then you postulate two mechan- 
isms; in the first case, he bled from tuberculous 
ulcers; and in the second case, he bled from some- 
thing else? It is possible. However, I am inclined, 
from the natural history of tuberculous ulcers, to 
think that the same mechanism prevailed both 
times, and that the tuberculous ulcers were inci- 
dental. But, we have no proof. 


Dr. Kleban: I don’t think one is justified in say- 
ing that the cause of the fatal hemorrhage in this 
patient was due to cortical steroids in the absence 
of proof for the statement. 


This man was an alcoholic, and alcoholics have 
gastritis and esophagitis. 


Now we all see such individuals, true, Possibly 
they don’t bleed rapidly and acutely, but they can 
bleed severely from such things as irritation due 
to aspirin. 

They have perfectly normal stomach linings, but 
they bleed on surgery if they are subjected to 
exploratory laporatomy. 

I submit that it is entirely feasible that this 
man bled fatally as a result of gastritis and eso- 
phagitis, and all one can say is that a definite, 
specific bleeding point was not found on autopsy. 


Dr. Bornstein: As to the question of esophageal 
varices, the man did not have a real cirrhosis of 
the liver. You cannot develop esophageal varices 
with bleeding points before you have a real inter- 
ference with the portal vein system on a structural 
basis. This, the man did not have. 

In summary, then, we can say the man had a 
hepatitis. The man had tuberculous ulcers, and 
died of intestinal hemorrhage. The following possi- 
bilities exist, if we assume that the autopsy find- 
ings are correct, and that there was no specific 
bleeding point. — 

The hemorrhages before the operation may 
have been due to the tuberculous ulcers, and the 
fatal hemorrhage may have had a different etiolo- 
gy. Or, we can assume that the tuberculous ulcers 
were incidental and that the etiology of the bleed- 
ing was the same in both instances, 


As far as the etiology of the bleeding is con- 
cerned, three possibilities exist: 
A—Severe liver damage. 
B—Cortical steroid therapy. 
C—Chronic gastritis and esophagitis. 
It is my personal feeling that the main cause of 


the bleeding is the damage cause by the hepatitis, 
but there is no absolute proof of it. 
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When youuse a progestational agent, consider what the Council 
on Drugs (formerly the Council on Pharmacy and Chemistry’) 
says about 


Delalutin 


Squibb Hydroxyprogesterone Caproate 
potent. ..‘appears to be more potent than an equivalent amount of progesterone” 
longer-acting...“duration of its action is unquestionably longer” 


preferable...“preferable to the parent drug in those conditions in which prolonged 
progestogen activity is desired” 


safe...“in therapeutic doses, there are no definite contraindications to its use” 
1. J.A.M.A. 168:356 (Feb. 2) 1957. 
Vials of 2 and 10 cc. Each cc. provides 125 mg. of hydroxyprogesterone caproate. 


ORDER NOW THROUGH YOUR PHARMACY 
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you control 
the dosage 


Lipo Gantrisin permits the physician to adjust dosage accu- 
rately to age, weight, and condition of the patient — and to 
maintain desired blood, lymph, and urine levels by scheduling 
administration two, four, or six times per 24 hours, as he 
thinks best. With Lipo Gantrisin therapeutic levels are main- 
tained for as long as 12 hours on a single dose, yet systemic 
clearance is almost complete when 24 hours have passed. 


ees Lipo Gantrisin 


Roche Laboratories 
Division of Hoffmann - La Roche Inc « Nutley 10, New Jersey 


GANTRISIN ® = BRAND OF SULPISOXAZOLE 
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